Iliac crest marrow biopsy (16.12.66) showed normal marrow, but two small groups of acidfast bacilli were seen. Tuberculin testing negative. 5.1.67: Agglutination reactions for Pasteurella pseudotuberculosis Type 4 were positive 1/800 for the 0 antigen and 1/1,600 for the H antigen; a week later they were 1/400 and 1/1,600 respectively.
Discussion
The genus pasteurella contains P. septica (= multocida), which causes himorrhagic septiceemia in a variety of wild animals, P. pestis, which causes plague, and P. pseudotuberculosis. The organism of tularmmia is sometimes included in the genus. P. pseudotuberculosis was described by Malassez & Vignal in 1883 as causing a disease in guinea-pigs characterized by nodules with a histology similar to tuberculosis. It is a small, ovoid, Gram-negative bacillus with slight acidfast properties. It was found later to be a cause of endemic disease in a wide variety of wild animals throughout Europe and America. Human infections with this organism appear to take two forms. There are about 20 reported cases of a severe typhoid-like illness with high fever, purpura and enlargement of liver and spleen, in which P. pseudotuberculosis has been recovered from blood or tissues. In 1953 Knapp, in Tiubingen, recovered the organism from cases in which appendicitis had been suspected, but only enlarged mesenteric glands found at operation (Knapp 1958) .
Diagnostic features of mesenteric adenitis due to pseudotuberculosis infection are: (1) A high titre of agglutinating antibodies to the organism (the figure depending upon the particular technique) which remains raised for about three months.
(2) A characteristic tuberculoid histology in mesenteric glands (but not usually in the lymphatic tissue of the appendix). (3) Recovery of the organism from blood or glands, achieved in only a minority ofcases.
Surveys have shown this to be a cause of a proportion of cases of mesenteric adenitis in Europe, Britain, Canada and New Zealand (Hnatko & Rodin 1963 , Randall & Mair 1962 During pregnancy feetal movements were frequently absent for up to three days. He was born at home, three weeks prematurely, on a very cold night. Birth weight 2-49 kg. Admitted to hospital at 2+ hours with neonatal cold injury (rectal temperature 93°F) and marked generalized hypotonia and immobility. Unable to suck or swallow. Tendon jerks and Moro and grasp reflexes absent. He had an unusal facies (Fig 1) and a dolichocephalic head. Penis small, scrotum rudimentary, and testes undescended.
At 2 weeks he was still grossly hypotonic, with severe head lag, but there were spontaneous movements of limbs. A diagnosis of benign congenital hypotonia was made, on the basis of hypotonia disproportiqnate to weakness. By 5 weeks spontaneous movements of the limbs improved, and he was able to suck, but still needed tube feeding. He first smiled at 9 weeks, and at that time had some head control in ventral suspension. There was subsequently a gradual improvement in tone and motor control. He sat with support at 8+ months, and unsupported at 11 months. He stood with support at 15 months, started to walk at 2 years, and walked well by 26 months. He was still hypotonic, but the power was good. The knee-jerks appeared at 13 weeks, and all tendon reflexes were present by 8+ months.
At 17 months, during a respiratory infection, he had two convulsions lasting less than five minutes each. Phenobarbitone was prescribed for three months. He had three further short convulsions at 2 years 11 months.
From birth to about 30 weeks his weight remained below the 10th percentile, but climbed at a normal rate. It then gradually rose to the 80th
